A 38-year-old female patient presented with sudden-onset right hemibody hypoesthesia and paresthesia. She underwent a removal operation and radiation therapy (total radiation dose: 59.4 Gy) for a right facial nerve schwannoma at the age of 13 years. A calcified radiation-induced vascular malformation (RIVM) in the pons was first seen incidentally in brain MRI performed at an age of 33 years. However, she had no vascular risk factors.
RIVM can reportedly complicate symptomatic hemorrhage within lesions. 6 However, an acute cerebral infarct associated with RIVM has not been reported previously. It is therefore not evident why an acute small infarct occurred near the RIVM in our patient. One possible explanation is that it was a delayed radiation vasculopathy like an RIVM. However, the adjacent nature of the two lesions raises the possibility that the preexisting RIVM affected the occurrence of stroke. Moreover, the RIVM apparently involved the path of the left paramedian branch from the basilar artery supplying the infarct area (left leminiscus). It can therefore be speculated that radiation-induced transformation of the local network of small vessels altered the regional hemodynamics around left lemniscus, contributing to the formation of an infarction. Indeed, slow flow within a cavernoma has been reported previously. 1, 7 A dilated vein and parenchymal capillaries together with dystrophic calcification can reflect abnormal flow dynamics associated with the lesion. 7, 8 However, this is speculative, and no further study (e.g., pathology, catheter angiography, or vessel-wall MRI) was performed. Accordingly, the present findings need to be confirmed in further case studies. Fig. 1 . Images of the radiation-induced vascular malformation and acute infarct in the pons. The vascular malformation was located principally on the right side of the mid-caudal pons, but its territory crossed the midline, involving the path of the left paramedian branch from the basilar artery. It had combined features of cavernoma, venous malformation, and capillary telangiectasia: with a dense hemosiderin deposit presenting as a hypointense lesion with a blooming effect, which appeared larger on a susceptibility-weighted image (arrow in A) than on a T2-weighted axial image (arrow in B); dystrophic calcification on a noncontrast CT axial image (arrow in C); a dilated draining vein on a contrast-enhanced T1-weighted sagittal image (arrow in D); and clustered dilated capillaries irregularly intervening in brain parenchyma on contrast-enhanced T1-weighted sagittal and axial images (arrowheads in D and arrows in E). An acute infarct located just left of and posterior to the preexisting vascular malformation was evident on a diffusionweighted axial image (arrow in F). 
